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Introduction
Diabetes mellitus (DM) has

reached epidemic proportions with-
in the last quarter century in the
United Sates and throughout the
world — the number of diagnosed
individuals doubled1,2 between 1992
and 2002. Diabetes affects more
than 7% of the population of the
United States or 20.8 million people,
and more than 6.2 million people
remain undiagnosed.1,3

Diabetes and its complications
have a significant impact on morbid-
ity and mortality by virtue of the
macrovascular, microvascular and
metabolic sequelae associated with
the concomitant increased risk of
heart disease, hypertension, stroke,
renal disease, peripheral vascular
disease, peripheral neuropathy, foot
ulcerations, chronic lower-extremity
infections and nontraumatic limb
loss, representing an annual cost of
$132 billion.1

From a demographic point of
view, the increasing high-risk popu-
lations reflect the anticipated
increased prevalence of diabetes as
the over-age-60, non-Hispanic
black, Hispanic American and
Native American groups increase in

population percentage. This directly
corresponds to the attendant rise of
“pre-diabetes” and type 2 diabetes.4

Diabetic peripheral neuropathy
(DPN) is estimated to be present in
50% of individuals afflicted with
DM. Painful diabetic neuropathy
(DPNP) affects 11% of patients
with DPN. Diabetic peripheral neu-
ropathy is associated with a signifi-
cant impact on quality of life,
impaired activities of daily living,
sleep disruption, imbalance and
instability of gait with increased fall
risk and psychosocial disorders.5

Although the prevalence of DPN
is significant and ever increasing,
and DPN is the leading cause of
diabetic foot ulceration and non-
traumatic limb loss, little consen-
sus regarding the pathophysiology,
diagnostic protocols and primary
treatment choices exists.6,7 The
prevalence of DPN increases with
duration of diabetes, poor glycemic
control and patient age.8 Although
it remains a challenge to the practi-
tioner, DPN can be diagnosed and
managed on the basis of a thor-
ough medical history and physical
exam. The absence of the typical
descriptors offered by patients for

neuropathy (eg, feels “asleep,”
“dead” numbness, tingling, prick-
ling) and neuropathic pain (burning
or knife-like pain, electrical sensa-
tions, hurting, throbbing, squeezing,
constricting, allodynia) does not nec-
essarily rule out DPN nor does their
presence confirm it. Nondiabetic
causes for neuropathy and/or pain
(eg, alcoholism, thyroid disorders,
anemia, vitamin deficiencies, connec-
tive tissue disorders, spinal compres-
sion radiculopathy, local compres-
sion neuropathy [eg, tarsal tunnel
syndrome], polyneuropathy,
metastatic disease, infection, toxic
substances) must be ruled out. 

Key elements in the diagnosis
of DPN are the establishment of
DM or impaired glucose tolerance
(IGT) via a 2-hour oral glucose
tolerance test (OGTT), assess-
ment of pain characteristics and
detection of the presence of neu-
ropathy with use of a monofila-
ment or 128-Hz tuning fork.9

These techniques are of limited
value as they lack sensitivity and
reliability compared to other
quantitative sensory testing
modalities available, such as the
vibrometer and biothesiometer. In
order to diagnose abnormal nerve
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conduction, there must be 2 sepa-
rate nerves with abnormal conduc-
tion velocities or an abnormal
quantitative sensory test (QST).10

A valuable tool for obtaining the
differential diagnosis and the
degree of neuropathy/neural dam-
age is the Pressure Specified
Sensory Device™ (PSSD). The
PSSD, invented by A. Lee Dellon,
MD, professor of Plastic Surgery
and Neurosurgery at the Johns
Hopkins School of Medicine, can
identify the earliest degree of nerve
damage/sensory loss as compared
to other modalities including the
Semmes-Weinstein monofilament
and electromyography/nerve con-
duction velocity (EMG/NCV)
studies. The PSSD is at least as
sensitive as traditional electrodi-
agnostic studies and is not inva-
sive or painful.11–16 Additionally, it
may be used to measure neural
response to treatment.15

The diagnosis of DPN/DPNP is
just the beginning. This multifac-
eted complication of diabetes is
generally managed symptomatical-
ly with an array of medications,
with only 2, duloxetine and prega-
balin, currently approved by the US
Food and Drug Administration
(FDA) for the treatment of DPNP,
while “off-label” use of other
agents, including tricyclic antide-
pressants, has proven helpful. As
with all medications, choice must
be made in concert with known
adverse effects, patient comorbidi-
ties and, too often, the financial
requirements to maintain appropri-
ate dosage.6

Despite decades of intense
research and study, no clear patho-
physiological understanding of dia-
betic neuropathy exists; however,
many pathological pathways have
shown some common denomina-
tors that have directed even further
research into alternate pharmaco-
logic interventions. The physiologic
codependence of the peripheral

nerve and its attendant microvascu-
larization is the first sign of patho-
logical changes that result in an
ongoing progressive cycle of
microvascular and neural dysfunc-
tion resulting ultimately in axonal
death and an array of symptoms for
the patient as this neurovascular
disease progresses. 

The role of nitric oxide (NO) in
diabetic neuropathy and the distal
microvasculature is becoming better
understood as research in this area
intensifies. Reduced NO has been
shown to disrupt normal cellular
oxidation thus resulting in direct
endothelial injury and dysfunction.
There also is a relationship between
elevated homocysteine levels and
patients with type 2 diabetes. The
essential amino acid found in
dietary proteins, methionine, is
metabolized, and homocysteine, an
intermediate sulfur-containing
amino acid, is a product of that
intracellular metabolic process.17

Elevated homocysteine levels exhib-
it toxic effects upon the vascular
endothelium by reduced NO avail-
ability and disrupted cellular oxida-
tion.18 Normal homocysteine
metabolism requires remethylation
and transulfuration with vitamin
B6, vitamin B12 and folate as essen-
tial biochemical cofactors.

Research has demonstrated that
the bioavailability of NO increased
with high-dose, short-term folate
therapy, resulting in improved
endothelial function in patients with
type 2 diabetes.19,20 Oral L-methylfo-
late, or (6S)-5-methyltetrahydrofo-
late (5-MTHF), the metabolically
active form of folic acid, has been
shown to be 7 times more bioavail-
able and 3 times more effective in
lowering serum homocysteine than
naturally occurring folic acid.20,21 L-
methylfolate bypasses the complex
biochemical pathways for the con-
version of folic acid in order for it to
become active. It should be noted
that 40%–50% of the population

are genetically incapable of com-
pletely converting folic acid into L-
methylfolate.22,23

Oral methylcobalamin was
shown to enhance myelin node gen-
esis and nerve regeneration. One
double-blind study demonstrated
the regression of some of the symp-
toms of diabetic neuropathy.23,24

The use of vitamin B6, pyridoxal
5’-phosphate, has been shown to
reduce the glycosylation of hemo-
globin, thus reducing the end-organ
damage that glycosylated hemoglo-
bin is postulated to cause.
Approximately 30 years ago, the
nearly identical symptom complex
of diabetic neuropathy and vitamin
B6 deficiency was described.25

Nutritional vitamin therapy uti-
lizing folate, vitamin B6 and vitamin
B12 to reduce elevated serum homo-
cysteine has been suggested as an
acceptable treatment for DPN and
DPNP.26 In consideration of the
impact of the inverse relationship of
serum levels of folate and vitamin
B12 and serum homocysteine levels
upon NO production and availabili-
ty, improved endothelial function
and vitamin B6 activity, Pamlab,
LLC (Covington, La) developed
Metanx® to treat hyperhomocys-
teinemia and endothelial dysfunc-
tion associated with DPN. This
patented formulation of 2.8 mg L-
methylfolate, 25 mg pyridoxal 5’-
phosphate and 2 mg methylcobal-
amin should be considered an essen-
tial component in the treatment of
DPN and DPNP. The only drug
interaction that is noted in the pack-
age insert for Metanx warns that
pyridoxal 5’-phosphate should not
be given to patients receiving the
drug levodopa because the action of
levodopa is antagonized by pyridox-
al 5’-phosphate. However, pyridoxal
5’-phosphate may be used concur-
rently in patients receiving a prepa-
ration containing both carbidopa
and levodopa. While the concurrent
use of phenytoin and folic acid may
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result in decreased phenytoin effec-
tiveness, no such decreased effective-
ness has been reported with the use
of Metafolin® (Merck KGaA,
Darmstadt, Germany).

The following case reports illus-
trate the successful use of Metanx
in treating DPN and DPNP. Table 1
summarizes the characteristics of
all 3 patients.

Case Reports
Patient 1. A 64-year-old white

man with hypertension presented
with a chief complaint of burning
and numbness. His past medical his-
tory was significant for type 2 dia-
betes for 5 years and DPNP for 5
years as well. The patient had 100%
loss of protective sensation. Physical
examination revealed trophic skin
changes with fissuring, hammer dig-

its and intrinsic muscle wasting.
Pedal pulses included DP 2/4 bilater-
ally and PT 2/4 bilaterally.

Baseline PSSD measurements for
the great toe pulp were as follows:
1-pt static: left, 68.7 gm/mm2

(abnormal pressure threshold) and
right, 38.6 gm/mm2 (abnormal
pressure threshold); 2-pt static: left,
83.6 gm/mm2 (abnormal pressure

Table 1. Patient characteristics

Age

Sex

Race

Chief Complaints

Comorbidities

History

% Loss of Protective Sensation

Physical Exam

Pedal Pulses

Subjective Improvement at 3 Months

Subjective Improvement at 6 Months

Patient 1

64

Male

White

Burning and numbness

Hypertension

Type 2 diabetes, 5 years;
DPNP, 5 years

100%

Trophic skin changes with
fissuring, hammer digits,
intrinsinc muscle wasting

DP 2/4, bilateral; PT 2/4,
bilateral 

Less pain, better sleep,
50% overall
improvement

No burning, skin
improved, 100%

improvement

Patient 2

50

Female

White

Burning, pain, stocking
distribution numbness,

sleep disruption

Hypertension,
hypercholesterolemia

Type 1 diabetes, 29
years; DPN, 29 years;

DPNP, 15 years

80%

Keratoses, history of
ulceration, hammer

digits

DP 1/4, bilateral; PT 1/4,
bilateral

No sleep disruption,
40% overall improvement,

decreased pain

No symptoms of DPN,
80% overall
improvement

Patient 3

64

Male

White

Numbness, pain,
imbalance, gait

disturbance, sleep
disruption

Degenerative joint
disease, hypertension,
hypercholesterolemia

Type 2 diabetes, 16
years; DPN, 9 years;

DPNP, 3 years

20%

Keratoses, contracted
digits, intrinsic muscle

wasting

DP 1/4, bilateral; PT 2/4,
bilateral

70% overall
improvement, better

sleep, less pain

No symptoms of DPN,
100% improvement

with Metanx Therapy

with Metanx Therapy
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threshold) with 7.9 mm spacing
and right, 54.5 gm/mm2 (abnormal
pressure threshold) with 7.8 mm
spacing. This documented bilateral
sensory abnormality is consistent
with bilateral tarsal tunnel syn-
drome and injury at the L4/L5 disk
level or L4 or L5 nerve roots.
Bilateral involvement of more than
one nerve in any extremity suggests
a peripheral neuropathy, and severe
loss of 2-point discrimination is
consistent with axonal loss. 

Baseline measurements for the
heel (medial) were as follows: 1-pt
static: left, 10.5 gm/mm2 (abnormal
pressure threshold) and right, 6.5
gm/mm2 (abnormal pressure thresh-
old); 2-pt static: left, 21.6 gm/mm2

with 7.1 mm spacing and right,
14.2 gm/mm2 with 7.1 mm spacing.
This documented bilateral sensory
abnormality is consistent with
bilateral tarsal tunnel syndrome
and injury to the S1 nerve roots.

Treatment. This patient was
instructed to take 1 tablet of
Metanx twice daily for 2 weeks and
continued a 1 tablet daily-dose regi-
men throughout the study time peri-
od without interruption and contin-
ues to do so at press time. All his
other medications remained
unchanged during the study period,
and no other medications were intro-
duced or other procedures per-
formed that might have affected the
outcome of this therapy. Despite
repeated attempts, he failed at smok-
ing cessation during the 10 years he
has been a patient and has recently
quit again. It is interesting that 10
years ago on monofilament testing
he had a 20% loss of sensation in
our initial screening at his first visit,
and we have watched his neuropathy
progress over the years despite good
glycemic control. Along with his sen-
sory loss, the patient experienced
burning to numbness to pain with
significant nocturnal pain and sleep
interruption (somatic symptoms).
Also, his autonomic complaints of

sweats, endothelial dysfunction and
gastric symptoms progressed during
this decade. With the introduction of
Metanx, the patient reported initially
with significant improvement/reduc-
tion of his somatic symptoms within
the first 6 weeks of therapy. He relat-
ed improvements in his autonomic
symptoms as well. Inquiry was
required to obtain some of the details
regarding the patient’s autonomic
symptoms because of his social reser-
vations. In this case, Metanx demon-
strated a relatively prompt affect
upon the patient’s symptom complex
that was accordingly reflected in his
neurosensory testing results.

Follow-up. At the 3-month fol-
low-up, the patient reported less
pain, improved sleep and 50% over-
all improvement. Results of the
PSSD for the great toe pulp at the 3-
month follow-up were as follows: 1-
pt static: left, 15.2 gm/mm2 (abnor-
mal pressure threshold) and right,
12.6 gm/mm2 (abnormal pressure
threshold); 2-pt static: left, 44.1
gm/mm2 (abnormal pressure thresh-
old) with 7.8 mm spacing and right,
41.2 gm/mm2 (abnormal pressure
threshold) with 7.8 mm spacing.
Results for the heel (medial) were as
follows: 1-pt static: left, 3.1 gm/mm2

and right, 2.0 gm/mm2; 2-pt static:
left, 4.8 gm/mm2 with 7.1 mm spac-
ing and right, 7.7 gm/mm2 with 7.1
mm spacing. At the 6-month follow-
up, the patient reported 100%
improvement, no burning and
improved skin appearance. Results
of the PSSD for the great toe pulp at
6-month follow-up were as follows:
1-pt static: left, 5.0 gm/mm2 (abnor-
mal pressure threshold) and right,
2.1 gm/mm2 (abnormal pressure
threshold); 2-pt static: left, 15.3
gm/mm2 with 7.8 mm spacing and
right, 5.5 gm/mm2 with 7.8 mm
spacing. Results for the heel (medial)
were as follows: 1-pt static: left, 3.4
gm/mm2 and right, 1.4 gm/mm2; 2-pt
static: left, 7.2 gm/mm2 with 7.1 mm
spacing and right, 7.5 gm/mm2 with
7.1 mm spacing.

Patient 2. A 50-year-old white
woman with hypertension and
hypercholesterolemia presented
with chief complaints of burning,
pain, stocking distribution numb-
ness and sleep disruption. Her past
medical history was significant for
type 1 diabetes for 29 years, DPN
for 29 years and DPNP for 15
years. The patient had 80% loss of
protective sensation. Physical
examination revealed keratoses, a
history of ulceration and hammer
digits. Pedal pulses were DP 1/4
bilaterally and PT 1/4 bilaterally. 

Baseline PSSD measurements for
the great toe pulp were as follows: 1-
pt static: left, 16.9 gm/mm2 (abnor-
mal pressure threshold) and right,
22.6 gm/mm2 (abnormal pressure
threshold); 2-pt static: left, 29.5
gm/mm2 (abnormal pressure thresh-
old) with 7.8 mm spacing and right,
44.4 gm/mm2 (abnormal pressure
threshold) with 7.9 mm spacing.
This documented bilateral sensory
abnormality is consistent with bilat-
eral tarsal tunnel syndrome and
injury at the L4/L5 disk level or L4
or L5 nerve roots.

Baseline measurements for the
heel (medial) were as follows: 1-pt
static: left, 17.1 gm/mm2 (abnormal
pressure threshold) and right, 27.2
gm/mm2 (abnormal pressure thresh-
old); 2-pt static: left, 46.8 gm/mm2

(abnormal pressure threshold) with
7.1 mm spacing and right, 58.9
gm/mm2 (abnormal pressure thresh-
old) with 7.1 mm spacing. This
documented bilateral sensory
abnormality is consistent with
bilateral tarsal tunnel syndrome
and injury to the S1 nerve roots.

Treatment. This patient, at 5'
3" tall and 139 lb with fragile type
I diabetes, initially presented with
significant somatic symptoms in
her feet and hands and was taking
gabapentin 300 mg 3 times daily
without significant relief of symp-
toms and attendant drowsiness
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side effect. Upon the introduction
of Metanx, 1 tablet twice daily for
2 weeks then 1 tablet daily, her
symptoms improved dramatically
within the first month, allowing
her to cease use of gabapentin.
While her glycemic control
improved and her HgbA1c
reduced to 5.6% from 6.6%, she
generally reported “just feeling
better,” and her overall appear-
ance improved as well. With her
sleep deprivation issues addressed
without other medications and her
pain relieved, her psychosocial
attitude had been positively affect-
ed as well. There were no other
medical changes during the course
of this study period that would
have affected the outcome.

Follow-up. At the 3-month fol-
low-up, the patient reported no
sleep disruption, 40% overall
improvement and decreased pain.
Results of the PSSD for the great
toe pulp at the 3-month follow-up
were as follows: 1-pt static: left, 4.3
gm/mm2 (abnormal pressure thresh-
old) and right, 1.6 gm/mm2; 2-pt
static: left, 6.8 gm/mm2 with 7.8
mm spacing and right, 6.6 gm/mm2

with 7.8 mm spacing. Results for
the heel (medial) were as follows: 1-
pt static: left, 2.5 gm/mm2 and
right, 2.5 gm/mm2; 2-pt static: left,
7.7 gm/mm2 with 7.1 mm spacing
and right, 7.5 gm/mm2 with 7.1 mm
spacing. At the 6-month follow-up,
the patient reported no symptoms
of DPN and 80% overall improve-
ment. Results of the PSSD for the
great toe pulp at the 6-month fol-
low-up were as follows: 1-pt static:
1.7 gm/mm2 (abnormal pressure
threshold) and right, 1.1 gm/mm2;
2-pt static: left, 4.3 gm/mm2 with
7.8 mm spacing and right, 3.8
gm/mm2 with 7.8 mm spacing.
Results for the heel (medial) were
as follows: 1-pt static: left, 1.8
gm/mm2 and right, 2.4 gm/mm2; 2-
pt static: left, 4.9 gm/mm2 with 7.1
mm spacing and right, 6.5 gm/mm2

with 7.1 mm spacing.

Patient 3. A 64-year-old white
man with degenerative joint dis-
ease, hypertension and hypercho-
lesterolemia presented with chief
complaints of numbness, pain,
imbalance, gait disturbance and
sleep disruption. His past medical
history was significant for type 2
diabetes for 16 years, DPN for 9
years and DPNP for 3 years. The
patient had 20% loss of protective
sensation. Physical examination
revealed keratoses, contracted dig-
its and intrinsic muscle wasting.
Pedal pulses were DP 1/4 bilateral-
ly and PT 2/4 bilaterally.

Baseline PSSD results for dorsal
web space 1/2 were as follows: 1-pt
static: left, 8.9 gm/mm2 (abnormal
pressure threshold) and right, 21.4
gm/mm2 (abnormal pressure thresh-
old); 2-pt static: left, 102.4 gm/mm2

(abnormal pressure threshold) with
8.3 mm spacing and right, 97.6
gm/mm2 (abnormal pressure thresh-
old) with 8.4 mm spacing. This
documented bilateral sensory
abnormality is consistent with
peripheral neuropathy; bilateral
common peroneal nerve entrap-
ment; bilateral foot injuries; and
injury to the L5 nerve roots.

Baseline results for the great toe
pulp were as follows: 1-pt static: left,
3.8 gm/mm2 (abnormal pressure
threshold) and right, 3.5 gm/mm2

(abnormal pressure threshold); 2-pt
static: left, 68.8 gm/mm2 (abnormal
pressure threshold) with 7.8 mm
spacing and right, 99.8 gm/mm2

(abnormal pressure threshold) with
7.9 mm spacing. This documented
bilateral sensory abnormality is con-
sistent with tarsal tunnel syndrome
and injury at the L4/L5 disk level or
L4 or L5 nerve roots.

Baseline results for the heel
(medial) were as follows: 1-pt stat-
ic: left, 18.2 gm/mm2 (abnormal
pressure threshold) and right, 16.6
gm/mm2 (abnormal pressure thresh-
old); 2-pt static: left, 105.4 gm/mm2

(abnormal pressure threshold) with
12.0 mm spacing (abnormal spac-
ing) and right, 104.7 gm/mm2

(abnormal pressure threshold) with
12.0 mm spacing (abnormal spac-
ing). This documented bilateral sen-
sory abnormality is consistent with
bilateral tarsal tunnel syndrome
and injury to the S1 nerve roots.

Treatment. This very active man
had been a patient in the practice
for more than 15 years. During the
course of his treatment with
Metanx, 1 tablet twice daily for 2
weeks then 1 tablet daily, his
somatic symptoms gradually
improved in the first 8 to 12 weeks,
and by 6 months at the study end-
point, there was a visible difference
in muscle strength of his legs and
feet, intrinsic muscle wasting was
significantly reduced and he report-
ed improved gait stability and
“feeling more secure” in his activi-
ties of daily living. During the
course of the study, there were no
changes in any of his other medica-
tions or any other medical interven-
tions that might have affected the
outcome of his Metanx treatment.

Follow-up. At the 3-month fol-
low-up, the patient reported 70%
overall improvement, improved
sleep and decreased pain. Results of
the PSSD for the great toe pulp at
the 3-month follow-up were as fol-
lows: 1-pt static: left, 2.6 gm/mm2

(abnormal pressure threshold) and
right, 3.4 gm/mm2 (abnormal pres-
sure threshold); 2-pt static: left, 15.9
gm/mm2 with 9.0 mm spacing
(abnormal spacing) and right, 23.5
gm/mm2 with 9.0 mm spacing
(abnormal spacing). Results of the
PSSD for the heel (medial) were as
follows: 1-pt static: left, 4.9 gm/mm2

and right, 2.9 gm/mm2; 2-pt static:
left, 52.7 gm/mm2 (abnormal pres-
sure threshold) with 10.0 mm spac-
ing (abnormal spacing) and right,
52.9 gm/mm2 (abnormal pressure
threshold) with 10.0 mm spacing
(abnormal spacing). At the 6-month
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follow-up, the patient reported no
symptoms of DPN and 100%
improvement. Results of the PSSD
for the great toe pulp at the 6-month
follow-up were as follows: 1-pt stat-
ic: left, 0.8 gm/mm2 and right, 1.2
gm/mm2; 2-pt static: left, 8.1
gm/mm2 with 7.9 mm spacing and
right, 11.0 gm/mm2 with 7.9 mm
spacing. Results for the heel (medial)
were as follows: 1-pt static: left, 2.2
gm/mm2 and right, 2.1 gm/mm2; 2-pt
static: left, 12.8 gm/mm2 with 7.1
mm spacing and right, 23.4 gm/mm2

with 7.1 mm spacing.

Summary and Conclusion
Herein we have presented 3

cases of patients with DPN. Their
response to Metanx therapy was
“measured” by use of the PSSD as
previously described. We utilized
the great toe pulp measurements
only for monitoring the response
and progress of these patients
(Figures 1–3), although other
nerves could have been tested dur-
ing the testing sessions.16

Additionally, to optimize consisten-
cy, the same study was adminis-
tered by the same examiner in the
same room with the same device in
each of the studies conducted. With
the exception of the addition of
Metanx to the patients’ current
medical management, no changes
occurred in their medical histories.

These 3 cases, unlike others pre-
viously described in the medical lit-
erature, demonstrate a measured
physiologic response and improve-
ment/restoration of peripheral
nerve sensitivity along with the
subjective improvement of their
symptoms. While these results do
not occur in all patients with DPN,
as Metanx therapy is not a panacea
for DPN/DPNP, a significant
majority of patients in our practice
have demonstrated marked
improvement, and we are presently
undertaking a prospective study to
further evaluate the affects of
Metanx on a larger sample of the

Figure 1. Baseline and 6-month PSSD results for the great toe pulp of Patient 1. 
* Normal: 1 pt, 1.6 gm/mm2; 2 pt, 25.7 gm/mm2
† On Metanx therapy

Figure 2. Baseline and 6-month PSSD results for the great toe pulp of Patient 2. 
* Normal: 1 pt, 1.6 gm/mm2; 2 pt, 25.7 gm/mm2 
† On Metanx therapy
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DPN population. Another group
under study are those patients
with post-chemotherapy peripher-
al neuropathy.

We cannot resist the correlation
of the effects of Metanx from a
quantitative (PSSD measurements)
and qualitative (subjective symp-
tom descriptors) point of view in
patient response and recovery for
peripheral nerve decompression in
the treatment of DPN. In our expe-
rience in performing peripheral
nerve decompressions to treat dia-
betic neuropathy, the patient’s typi-
cal postop recovery in terms of his
or her subjective (somatic) and
objective (autonomic/PSSD) find-
ings as the postop course ensues
and develops is very similar to
patients responding to Metanx
therapy. With the use of Metanx,
evidence seems to confirm the
restoration of the endothelial com-
plex, renewing distal perfusion and
particularly flow to the peripheral
nerve, essentially reversing the steps
of the pathophysiology of DPN.

While many pharmaceuticals are
offered, FDA approved and avail-
able “off label,” Metanx provides
patients with DPN/DPNP with sub-
jective and quantifiable improve-
ment. Most current literature sup-
ports the extrapolation of the
effects of this therapy upon diabet-
ic foot wounds.

In consideration of the required
dose of 1 or 2 tablets daily, Metanx
is a relatively inexpensive, effective
agent that should be strongly con-
sidered when establishing a treat-
ment plan for any patient with
DPN/DPNP. 

Glycemic control, medical nutri-
tion, diabetes education, exercise,
appropriate use of pharmacological
agents, prevention of diabetic foot
ulcers and the team approach to dia-
betes management are major com-
ponents of the current therapeutic

rationale. In addition to these
measures, increased public aware-
ness of the diabetes epidemic
emphasizing required lifestyle
changes has been shown to reduce
the onset of diabetes in at-risk pop-
ulations along with ongoing
research and development of new
medications and even vaccines to
prevent diabetes. The future holds
promise that this life-threatening
and costly chronic disease will sub-
side in prevalence and morbidity.
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